Medium chain acyl coenzyme A dehydrogenase (MCAD) deficiency is the most commonly recorded disorder of fatty acid oxidation.' It is characterised by episodes of fasting coma, associated with hypoketotic hypoglycaemia, raised plasma liver enzyme activities and blood urea and uric acid concentrations, and often mild hyperammonaemia. There is a distinctive organic aciduria with medium chain dicarboxylic aciduria together with excretion of acylglycines. Between episodes the patients are completely well. The episodes, often triggered by an intercurrent infection and resembling Reye's syndrome, , and is not uncommon in hydroxymethylglutaryl coenzyme A dehydrogenase deficiency. It also has been known to occur in almost all other fatty acid oxidation defects, with the exception of the carnitine uptake defect. 1 All of our symptomatic babies were breast fed. Breast fed infants may often be relatively starved during the first two to three days of life, and breast feeding could be a predisposing factor for neonatal symptoms in these. However, five of eight babies with MCAD who remained asymptomatic neonatally were also breast fed, so it is probable that breast feeding can be satisfactory for these infants. Nevertheless, asymptomatic babies are not necessarily normoglycaemic, and asymptomatic babies with MCAD deficiency could be at risk of hypoglycaemic brain damage in the first few days of life. When a sibling of a known MCAD patient is born, special precautions should be taken. These should include careful monitoring, and provision of supplementary feeds during the first few days of life, until breast feeding is securely established, or until MCAD deficiency has been excluded, if this can be done very promptly. In three of our patients, urine samples from the neonatal period were available for analysis, and these showed a typical organic acid profile, including increased concentrations of hexanoylglycine and suberylglycine (table 1) . Such a profile has also been found in an asymptomatic neonate with MCAD,8 and while it is not yet certain that all asymptomatic MCAD patients can be readily identified by urinary acylglycine excretion, our symptomatic patients could readily have been so diagnosed. Increased phenylpropionylglycine was only seen in urine from older patients. This is not surprising as it is an intestinal bacterial product.
MCAD deficiency is likely to be underdiagnosed. With knowledge of the common mutation, the incidence of heterozygotes for MCAD deficiency in newborns has been studied.'2 The predicted incidence of homozygotes with MCAD deficiency in Australia is about 1: 15 000-1:20 000. At that incidence, we would expect on average four to six MCAD deficient babies to be born each year in New South Wales, but the numbers of known cases fall far short of this. Some MCAD patients certainly never become symptomatic but others may have life threatening symptoms. Those symptomatic in the neonatal period may be being overlooked.
